SUMMARY Previous studies have shown increased secretion of total calcium in the duodenal juice of patients with chronic alcoholic pancreatitis compared with healthy subjects. In order to get more detailed information on calcium secretion and pancreatic stone formation in chronic alcoholic pancreatitis, ionised and total calcium concentrations were determined in the duodenal juice of normal subjects, chronic alcoholics, and patients with various stages of chronic alcoholic pancreatitis. Total calcium secretion was in agreement with previously published data. Chronic alcoholics presented a significant increase of ionised calcium. In the course of pancreatitis all calcium fractions increased progressively revealing highest concentrations in patients with severe exocrine insufficiency. In non-calcified and calcified pancreatitis all calcium fractions were identical. It is suggested that the increase of ionised calcium originates from serum ionised calcium passing by diffusion into the damaged pancreatic duct system. Several authors have observed an increase of calcium secretion in the secretin stimulated duodenal juice of patients with chronic pancreatitisl-9 which has been interpreted to be not only due to a decreased secretion independent of exocrine pancreatic enzymes.'0 Highest concentra\ions for calcium were found in the duodenal juice-of patients with chronic calcified pancreatitis after secretin' and under exogenous CCK administration. Basal and secretin/CCK stimulated calcium outputs in these patients were significantly enhanced as compared with controls.' It was suggested that enhanced calcium secretion in the duodenal juice of patients with alcoholic pancreatitis is a precondition for calcium carbonate precipitation and subsequent stone formation in the pancreatic ductal system.9 Warwick et a17 postulated an increased intrapancreatic calcium pool to be responsible for high concentrations of calcium in the duodenal juice, whereas Goebell et all suggested that ionised plasma calcium enters the pancreatic duct system by diffusion from serum through damaged duct epithelia characterised by an increased permeability as described by Nakamura et al l l in pancreatic tissues of patients with chronic alcoholic
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The aim of this study was to investigate the secretion of the different calcium fractions in the course of chronic alcoholic pancreatitis.
Methods

PATIENTS
Seventy patients entered the study and were classified into three groups according to their history and the results of the secretin/CCK test.
Group I Twenty healthy subjects, 11 women and nine men with a mean age of 44 years (range 24-68 years), served as normals (N). NCP,e, and CCP are not statistically different from each other with exception of ionised calcium output in fraction I (p<005). Comparing A with CP and A with NCPmOd respectively, no significant differences of calcium outputs in these groups were found. The comparison of calcium outputs of alcoholics with those of normal subjects, however, reveal significantly higher outputs for all calcium fractions in alcoholics except total and bound calcium outputs in fraction I. Table 3 shows the percentage difference of found similar values in normal subjects and patients with chronic calcified pancreatitis. Enhanced levels of total calcium concentrations in patients with moderate and severe non-calcifying pancreatitis as shown in the present study, are in accordance with preceding results4 5 7 but are in contrast with observations of reduced total calcium concentrations in non-calcifying pancreatitis.'
The increase of total calcium outputs in the duodenal juice of patients suffering from chronic alcoholic pancreatitis are similar to those reported earlier8 9 indicating that raised duodenal calcium secretion is not merely a reflexion of reduced 
